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The literature concerning adrenocortical function in hyperthyroidism is in many ways conflicting. The view that some kind of antagonism exists between the adrenal cortex and the thyroid has been supported by some early investigators, e.g. Marine (1930) who suggested that some underfunction of the adrenal cortex plays an important role in the pathogenesis of Grave's disease, while recently several investigations performed on hyperthyroid patients or euthyroid subjects also seem to indicate some degree of antagonism between these two glands (Hill et al., 1950 , Gabrilove & Soffer, 1955 , Goldenberg et al., 1955 .
It is known, however, that in Addison's disease there are \ p=m-\ except for an occasional, though not necessarily significant, fall in BMR \p=m-\no symptoms which prove convincingly the existence of any disturbances in the function of the thyroid, nor are any characteristic changes found in this gland at autopsy (Means, 1948 , Zondek, 1953 .
Experimental studies too do not lend much support to the supposed antagonism between the adrenal cortex and the thyroid. Cannon (1915) (Selenkow et al, 1956) . (Renold et al., 1952) . The steroidal substances measured in the urine were 17-hydroxycorticoids, determined according to the Reddy technique (Reddy et al., 1952 , Reddy, 1954 , and 17-ketogenic steroids, according to the method of Norymberski (Norymberski et al, 1953 , Appleby et al., 1955 (-93°/o) response to the hormone was within the same range as the decrease in the eosinophil count seen in normal subjects (Renold, 1952 
